Amyotrophic lateral sclerosis (ALS) is
INTRODUCTION
The etiology of amyotrophic lateral sclerosis (ALS) is unknown. Although many causes of ALS have been proposed, three etiologies have recently received attention: excitotoxicity, free radicals, and autoimmunity, none of which are mutually exclusive. Excitotoxicity has been implicated because glutamate, a prominent excitatory neurotransmitter in the CNS, is toxic to neurons in vitro (Choi, 1988) . Furthermore, glutamate and aspartate levels are decreased in ALS spinal cord (Perry et al., 1987; Plaitakis et al., 1988) , and glutamate uptake is decreased in synaptosomes derived from postmortem ALS spinal cord (Rothstein et al., 1992) .
The free radical theory is based upon the premise that free radicals damage nerve cells (Halliwell et al., 1985; Olanow, 1990) . The hypothesis has gained momentum with the identification of a defect in the gene coding for the enzyme superoxide dismutase in pa-
